The causes of infantile cerebral palsies, and especially of diplegia, have been much argued. Collier's (1924) able discussion of diplegia shows the incontlusiveness of many of the arguments.
Before studying particular features, it seemed reasonable to survey the histories antecedent to the development of palsy obtained in a series of cases. The term ' infantile cerebral palsy ' includes several syndromes, and these different conditions may have different causes. The series has, therefore, been grouped into sets of cases with similar clinical pictures. Only two of these, the spastic and the athetoid, form large enough groups for statistical study, and this paper is concerned mainly with them.
Owing to the different methods of classification used by various observers (Evans, 1948) only patients examined personally are included. Furthermore, children whose mothers were not questioned are excluded; fathers rarely have precise knowledge about the birth of their children. Information was also sought by written questionnaire from doctors or midwives in attendance at childbirth, or from hospitals or nursing homes where the patients were bor. Replies were received from 80 per cent. of those questioned. The history was thus usually compiled from two sources. They were rarely contradictory. Where they were, the case was judged on the apparent merits of the two stories. The medical record was often more precise about pregnancy and labour, while the mother was almost always more circumstantial in her account of the condition of the newly born child.
About half the patients were seen in hospital and private practice, and the rest at the preliminary examination of children whose admission to a school for children with cerebral palsy was sought. The mothers of fifty children not suffering from disease of the central nervous system, seen in hospital and private practice, were questioned similarly.
There may have been differences in social class between the children in the ' control group ' and the patients, as no control for the children seen at the school was devised. This should be taken into account in considering such factors as parental age, size of family, and use of obstetric analgesia. The groups were balanced as to age, and all were seen within the same period of about fifteen months. Their ages varied from 1 to 13 years (average 6-4 years, standard deviation 3-1). The total number of patients was 122. In eight the mother was not interviewed, and only the remaining 114 are considered here.
Chssification
Tbe clinical condition may be classified by reference to the distribution of the palsy and to its functional type. 
Health Duing Pregnncy
In view of the frequency of premature birth in the palsied group it is rather surprising to find that there was no strikingly increased incidence of ill-health (Crosse, 1945) . Tere is a siant increase in the number of prematue infants among the patients compared with the controls. This is especially noticeable in the spastic group, but the difference between spastic and athetoid may be due to chance. So may the double peak in the distribution of birth weights of the spastic children.
.Abonr
In Neoatal Condition For a description of the neonatal condition it was usually necessary to depend on the mothers' accounts. Specific enquiries were made about blue and white asphyxia, efforts at resuscitation, inefficincy in sucking or convulsions in the first two weeks of life, birth palsy, and extemnal s of injury (table 12) . Resuscitation need not be considered separately from asphyxia, and the figues for bhle and white asphyxia have been combined.
There is a great difference in the incidence of neonatal asphyxia in the athetoid and the control groups. Asphyxia was in most cases prolonged, for example, ' blue for twenty-four hours,' ' atelectasis and cerebral symptoms for three weeks, not expected to live,' ' dead two and a half hours, then she moved so the doctor sent her to hospital,' 'white asphyxia for twenty-four hours, in oxygen tent five days,' ' strung up by the feet for forty-eight hours as she'd so much in ber lungs she couldn't breathe,' ' breathing two or three times a minute for a long time.' In four cases there was apparently no early asphyxia, but a history ofattacks ofcolapse and cyanosis starting between the third and the tenth day. There was only one athetoid case without a history of asphyxia. He was the fourth child of healthy Rh-positive parents. The first two children were healthy, the third was said to be jaundiced at birth but the jaundice soon faded. The patient, the fourth child, was also jaundiced at birth, and although he was born at full term and weighed eight pounds he was thought to have remained yellow for about four months. If he is really an Courville, 1936;  Thorner and Lewy, 1940) have demonstrated that asphyxia produces 'areas of devastation' in the brain, but it is far from ctain that this is the operative process in these cases. Denny-Brown's (1946) 
